Acetyl salicylic acid-induced gastric mucosal lesions: no role of gastric glutathione.
Gastric glutathione (GSH) depletion has been implicated in the causation of gastric mucosal lesions by ethanol, diethylmaleate (DEM) and acrylonitrile (VCN). The purpose of the current studies was to investigate the role of gastric GSH in Acetyl Salicylic acid (Aspirin; ASA) induced gastric lesions. Intragastric administration of doses of ASA to rats, which caused gastric mucosal lesions, had no significant influence on gastric or hepatic GSH concentrations. Furthermore, pretreatment of rats with sulfhydryl-containing chemicals (e.g. L-cysteine) failed to protect against the ASA- or Acid-induced gastric lesions. Our findings indicate that gastric GSH plays no role in the pathogenesis of ASA-induced gastric mucosal necrosis.